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Fig. 1 MRI of the spinal cord (A: 1.5 T T,WI, B, C: 1.5 T fat-suppressed T,WI, D, E: 1.5 T T,WI, F-H: 1.5 T fat-suppressed Gadolinium

enhanced T,WI).

(A) MRI on two months before the admission showed normal spinal cord. (B, C) MRI on the admission showed a lesion behind the spinal cord

at T9 (white arrowheads), and diffuse cauda equina enlargement (yellow arrowheads). (D) MRI on the admission showed a sticking lesion into

the spinal canal from left side at T9 (arrow). (E) MRI on the admission showed cauda equina enlargement (arrow). (F~H) Gadolinium Contrast-

Enhanced MRI on the admission showed contrast enhancement on the T9 lesion (F; white arrowhead, G; white arrow) and enlarged cauda

equina (F; yellow arrowheads, H; yellow arrow).
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Fig. 2 MRI of the brain (A: 1.5 T T,WI, B: 1.5 T FLAIR, C: Gadolinium enhanced T, WI).
(A, B) MRI on the admission revealed a high signal lesion in the right parietal lobe. (C) Gadolinium enhanced MRI on the admission showed

contrast enhancement in the part of the lesion.
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Fig. 3 Clinical course (B: spine MRI 1.5 T fat-suppressed T,WI, C: brain MRI 1.5 T T,WI).
The weakness of left lower limb made worse, thus we started dexamethasone and 30 Gy radiation therapy for the cauda equina lesion. After

that, we conducted first and second course of R-MPV (Rituximab, Methotrexate, Procarbazine and vincristine) treatment. The neurological

symptoms including dysuria and constipation had no improvement. (B) MRI of the spine after the radiation for cauda equina revealed that the

lesion at T9 disappeared and that the cauda equina enlargement improved (yellow arrowheads). (C) MRI of the brain after the first

chemotherapy (R-MPV treatment) showed the right parietal lobe lesion reduced in size (white arrowhead).
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A case of primary central nervous system lymphoma with marked cauda equina enlargement

Takashi Jono, M.D.?, Shigeki Yamaguchi, M.D., Ph.D.", Takeshi Ito, M.D.”, Mei Sasaki, M.D.",
Yoichi Kanatsuka, M.D.” and Ryuichiro Hayashi, M.D., Ph.D.?

D Department of Neurology, Yokohama Municipal Hospital

An 80-year-old woman presented with subacute right lower limb pain and bilateral lower limb weakness. MRI of the

spine showed marked cauda equina enlargement with contrast enhancement. Cerebrospinal fluid (CSF) examination

showed elevated cell count, decreased glucose, and elevated protein. Cytology of the CSF showed class V, which

together with B-cell clonality by flow cytometry, led to the diagnosis of primary central nervous system lymphoma

(PCNSL). The patient was treated with steroid, radiation, and chemotherapy. Despite the reduction in lesion size, her

neurological symptoms revealed no improvement. PCNSL with cauda equina lesions are rare and often require highly

invasive cauda equina biopsy for diagnosis. In recent years, some studies reported useful CSF biomarkers, but they may

have some problems. Therefore, as in this case, the combination of cytology, flow cytometry and, CSF biomarkers could

be a substitute method for invasive biopsies, and contribute to the early treatment of PCNSL.

(Rinsho Shinkeigaku (Clin Neurol) 2023;63:31-36)

Key words: cauda equina enlargement, primary central nervous system lymphoma, flow cytometry, cytology of CSF,

biomarkers




